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[ 31-l]Dexa methasone binding was detected in cytosol pre-
pared from rat skin only in the presence of dithiothreitol 
(OTT). Simultaneous supplement of sodium molybdate 
(Mo) induced synergistic enhancement of the binding. ln 
the presence of OTT and Mo the dissociation constant was 
approximately 1 nM, the number of maximum bindii1g 
sites was approximately 100-200 fmol/mg protein , and 
only steroids th at possessed glucocorti coid activity com-
peted w ith eH]dexamethasone bindin g. (3 H]Dexametha-
sone-receptor complexes in dermal cytosol were able to 
bind to DNA-cellulose after brief hea tin g, and receptors 
were eluted from DEAE-ccllulose with 0.2 M KCI. These 
observations showed that [3 H]dexamethasone binding sites 
observed in dermal cytosols have similar bindin g charac-
I t is generall y accepted that steroid ho rm ones exert their bi-ologic effects through binding to a specifi-c receptor protein in the cytoplasm of target tiss ues. Glucoco rti coids arc widely ap plied for th erapeuti c purposes to control various cutaneous di seases and the receptors for glucocorticoids have been iden-
tified and chara cterized in the mouse epidermis and dermis [1], 
in r:lt skin f2,3l, and in hum an skin [4,5'\. H oweve r details of the 
binding characte ri st ics and the dynamics of receptors in the sk in 
h::tve not been fully elucid::ttcd . 
In the present study, we exa mined the binding characte risti cs 
of glucocorti coid receptors in cytosols prepared from rat skin. In 
addition , changes in th e level of bindii1g ca ~ucity after adminis-
tration of glucocorti coicl s with different biopotencies were com-
pared to exa mine th e relat ionship between dynamics of binding 
ca pacity and biopotcncy of g lucoco rti co id administered in this 
tissue. T his type of experim ent mi ght lead to the definiti on of a 
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Abbreviations: 
C lobcta: clobctaso l-1 7-propio natc; 21-chloro-9a-A uo ro-ll {3, 17a -
dihydroxy- 16{3-m cth ylprcgm-1 ,4-dicnc-3,20-dionc- 17 
propionate 
Co rt : hydrocortisone sodi um succin ate; 2'1-(3-ca rboxy-1-
oxopropoxyl)- 11 {3, 17a-dihydroxy prcgna-4-cnc-3,2U-dionc 
monosodium sa lt 
DCC: dextran-coated charcoa l 
\
3H\Dcx : \31-1 !dexamethasone; \I ,2,4-'H \-9a-Auo ro-11 {3 , 17a,21-
trihydroxy-1 na-mcthylpregna-1 ,4-d iene-3,20-di one 
DTT: dithiothrcito l 
Mo: sodium molybdate 
Prcd : predniso lone sodium succinate; 2 1-(3-carboxyl-1-
oxopropoxy)-11 {3 , l 7a-dihydroxy prcgna- 1 ,4-dienc-3,20-dionc 
rno nosodium salt 
TEM: 15 m M Tris-HCI, pH 7.4, 0.5 111M E DTA , 2 111M 
111ercaptoe th ano l 
teri stics to glucocorticoid receptors in other glucocorticoid 
target tissues. Binding capacity in dermal cytosols was de-
pleted after in vivo administration of all 4 glucocorticoids 
used in the present study. Both the extent and the duration 
of depletion were dose-dependent in aiJ instances. Non-
fluorinated glucocorticoids required higher doses to induce 
a profound depletion than did fluorinated ones and the 
duration of depletion induced by the former was shorter 
than by the latter. Since fluorinated glucocorticoids usually 
have higher anti-iriflammatory potency than nonfluori-
tuted ones, we concluded that the pattern of depletion and 
replenishment of the dermal cytosol binding capacity w as 
correlated with glucocorticoid biopotency. J 111Vest D er-
nwtol 86:428-432, 1986 
fundamental rati onale for dosing regimens in steroid hormone 
therapy. 
MATERIALS AND METHODS 
Chemicals [3H)De~amethasone (f3H)Dex, sp act 43 Ci/mmol) 
was obtained from Amcrsham International. Ltd., Amersham, 
U.K . Prednisolone sodium succinate (Pred) from Shionogi & 
Co., Ltd ., Osaka, Japan, and hydroco rtisone sodium succinate 
(Cort) from Japan Upjohn Limited, Tokyo, were used. Clobeta-
sol-17-propionate (Ciobeta) was generously supplied from Nip-
pon Glaxo Ltd. Other radioin ert steroids used were purchased 
from Sigma C hemical Co., St. Louis, Missouri. ON A-cellulose 
was prepared acco rdin g to the method of Alberts and Herrick [6) 
usin g calf thymus ON A (Sigma, type I) and cellulose powder 
(Whatman CF-11 ). DEAE-cellulose (DE53) was the product of 
Whatman , Kent, U.K. Other reagents used. were of anal ytical 
grade from Nakarai C hemicals Co., Kyo to, J apan . 
Animals Male Wistar rats were used. Animals were bilaterallv 
adrenalectom ized under pentobarbital anesthesia and m aintained 
with 0. 9% NaC I as drinking water in a room of constant tem-
perature (25°C) and humidity (60%). Animals were used for ex-
periments at 10-15 days after adrenalectomy. 
Tissue Processing Hair was shaved from the dorsal skin and 
the tiss ue was excised immediately after the animals were sacri-
fi ced. The tissues were cooled on crushed ice , the subcutaneous 
tissue was removed, and the portion containing dermis and epi-
dermis was minced finely with scisso rs. To th e minced tissue, 4 
vol of the icc-co ld TEM buffer (15 mM Tris-HCI , pH 7.4, 0.5 
mM EDT A, 2 mM mcrcaptocthanol) supplemented with 10 m M 
sod ium molybdate (Mo) and 10 mM dithiothrcitol (DTT) were 
added and the tissue was homogenized 10 times in 5-s bursts in 
a Polytron (Kincmatika) at a speed setting of 6 under cooling in 
an icc-water bath. The homogenate was centrifu ged at 105,000 g 
for 1 hat 2°C and the resultant supernatant was used as the cytosol. 
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Determination of [3H]Dex Binding in Cytosols An aliquot 
of cytosol (approx imatel y 900 JLg as pro tein) was incubated with 
va rious co ncentrations of [3HJDex (1-1 0 n M) in the presence o r 
a bse nce of 1 000-fo ld m ola r excess of un!Jbeled Dex in a final 
volume of 0.4 ml at oac for 16 h. At the end of the incubation 
period 0.2 ml of dextran-coa ted charcoa l (DCC, 0.25% dextran 
and 2.5% activated charcoal in the TEM buffer) was add ed to 
the in cubation mix ture and left at ooc for 10 min. Then th e 
m.ixture was centrifuged at 3000 rpm fo r 5 min and radioactivity 
in th e supernatant was co unted. T he specifi c binding was ca l-
cul ated by subtracting the nonspecifi c binding estimated in the 
presence of 1 000-fold molar excess of unl abeled Dex from the 
tota l binding. DJssocJatJon constant (K.~) and number of ma xi-
mum binding sites (B , "x) were determined b y the method of 
Sca t c h ard J7]. 
Measurement of Binding of [3H]Dex-Labeled Cytosol to 
DNA-Cellulose DNA-cellulose was suspended in icc-cold TEM 
buffer, cent.rifuged , and the pell eted DNA-cellulose resuspended 
in the sa m e buffer. C ytosol from rat skin was prepa red in TEM 
buffer containing DTT (1 0 mM) :md was labeled with 5 nM (3H]Dex 
at Q°C for 5 h and treJted with DCC. The labeled cytoso l was 
heated Jt 25°C for 30 min , and then cooled at ooc for 30 min. 
The n o nheated contro l w Js kept at OoC fo r 60 min . An aliquot 
of eH]Dex-labcled cytosol (21,200 dpm , 3.5 m g as pro tein) was 
added to 40 m g of DNA-cellulose (113 JLg as D NA ), resuspend ed 
in 1 .0 ml of TEM buffer as described above, and incubated at 
Q°C for 30 min. After incubJtion, the DNA-cellulose was pelle ted 
by a s hort centrifu ga tion and washed 3 times with 1.0 ml ofTEM 
buffer. The DNA-cellulose pellet was ex tracted twice with 1.0 
m l ethan o l and the radioactiv ity was counted. N onspecific ra-
d ioactivity associated with cellulose that was treated and incu-
bated in a s imil ar manner w as determined and was subtracted 
from the radioactivity bound to DNA-cellulose. 
DEAE-Cellulose Chromatography of [3H]Dex-Labeled 
Cytosol DEAE-cellulose (D£53) was suspended in TEM buffer 
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Figure 1. Scatchard plot of J3HJDex binding in cytosol from rat skin . 
Cytosol was prepared from rat skin in TEM beffer and aliquots (I. 7 mg 
as protein) were in cubated with increasing concentrations of I3HIDex 
(1-10 mM) at 0°C for 16 h in a tota l volume of0.4 ml (ll.). Incubations 
were also performed in TEM buffer supplemented with Mo (10 mM, 0 ), 
with OTT (10 mM, .A.) , and with Mo and DTT (1 0 mM and 10 mM , e) . 
Dissociation constant (Kd) and number of maximum binding sites (B..,,.) 
are shown as nM and as fmol / mg protein, respecti vely. 
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Figure 2. Steroid spe-cifici ty of 1-'H IDex binding in rat skin cytosol. 
Dermal cytosol was prepared in TEM bu ffe r containing Mo (1 0 mM) and 
DTT (10 mM). An aliquot of cytosol (1.4 mg as pro tein) was in cubated 
with 4.7 nM I' HIDex in the presen ce of competitors at ()°C for 16 h in a 
fma l volume of0.4 mi. Competitors were added in ethanol solu tion ;md 
the concentrat ion of ethanol was less than 0.25% in all insta nces. After 
in cubation, an aliquot of the mi xture was tn:a tcd wi th DCC and radio-
ac tivity counted. Inhibition by co mpetitors was ex pressed as the percent 
of the 131-IIDcx binding in th e absence of co mpeti to rs (26.268 dpm) . .A.. 
Dieth ylstilbes trol; •. testosterone; e, progesterone; 0. prednisolone; 'V, 
corticosterone; 0, dexa methasone; ll., clobetasol- 17-propionate; D. 
triamcinolone acetonide. 
(pH 8.0) co ntaining M o (1 () m M) and packed in a co lum n (1 0 X 
50 mm) . The co lumn vv:1s washed w ith TEM buffer (pH 8.0) 
containing Mo (10 mM) and OTT (10 m M)just before ap pli catio n 
of samples. The cy tosol prepared with TEM buffer con ta ining 
Mo (10 mM) and DTT (10 mM) was labeled with 10 nM f3H]Dex. 
After the trea tm ent with DCC, labeled cytosol was applied to 
the column of DEAE-cellulose. E lutio n was perfo rm ed at 2°C 
stepwise with increasing concentrati o ns of KC l in TEM buffe r 
(pH 8.0) containing M o (10 mM) and DTT (10 mM) and 2-ml 
frac tions we re collected. T he protein co ncentrati on was moni-
tored by abso rpti on at 280 nm, and radi oactivity was coun ted. 
Other Methods Protein was determined by the method of Lowry 
et al [8] using bov ine serum albumin as the sta ndard . T he radio-
activity was determined in :1 liquid scintillation spectro meter. 
Aloka LSC-700 , w ith auto m:1ti c standardi zatio n for quenching 
correctio n. 
RESULTS 
Effect of Mo and OTT on Binding Parameters When the 
cy toso l was prepared in TEM buffer and incubated w ith [3!-I]Dex, 
essentially no specifi c [3H] Dex bindin g was detected (Fig l ). Ad-
dition of Mo (1 0 mM) to TEM bu ffer resulted in signi ficant spe-
cific binding of [3H]Dex (Fi g 1 inset, o pen circles). TEM buffer 
containing DTT (1 0 mM) resu lted in m arkedl y increased f3HJDex 
binding and Kd was concomitantl y redu ced (Fig 1, closed trian-
g les). Synerg ist ic enh ance men t of [3H)Dex binding by Mo (1 0 
mM) and OTT (10 mM) was obse rved w hen add ed to the incu-
batio n mixture simulatan eousl y (Fig 1, closed circles); K.~ re-
mained un changed . From these o bserva tio ns, the binding of 
J3H]Dex in dermal cytoso\s was measured in the presence of Mo 
(10 mM) and OTT (10 mM) in th e fo ll owing ex periments un less 
otherw ise noted . 
Steroid Specificity of the eH]Dex Binding Stero id speci-
fi city of I.> H]Dex binding in rat skin cy tosol was exami ned by 
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adding various concentrations of radioinert steroids to the incu-
bation mixture (Fig 2) . The binding was inhibited markedly by 
the add ition of radioinert triamcinolonc-acetonide, clobetasol-17-
propionate. Addition o f corticosterone and prednisolone showed 
moderate inhibitions. Progesterone, which has antiglucocorticoid 
activity, also showed significa nt inhibition. Inhibition by testos-
terone and diethylstilbes tro l was slight and observed on ly at hi gh 
concentration. The results indicate that the binding in dermal 
cy tosol is specifi c for stero ids possessin g g lucocorticoid ac tivity. 
DEAE-Cellulose Chromatography of [3H)Dex-Labeled 
Cytosol OCC-trea ted cytosol labeled with 10 nM [31-l]Oex at 
ooc for 16 h w as applied to a column of DEAE-cellulose equi-
librated wi th TEM buffer (pH 8.0) supplem ented with Mo (10 
mM) and OTT (10 mM) and eluted stepwise with increas in g con-
centratio ns of KCI in the sa m e buffer. Several peaks of UV ab-
sorption w ere observed but determinati on of the radioactivities 
in fracti ons of eluates revealed that the radioacti vity was m ainl y 
located in the fra ctions eluted w ith the buffer contai nin g 0 .2 M 
KCl (Fig 3). 
Binding of FH]Dex-Labeled Cytosol to DNA- Cellulose 
Dermal cytosol was labeled w ith 5 nM [31-l]Oex at 0°C for 5 h in 
the presence of OTT (10 mM) but Mo was omitted from the 
incubation mixture. At the end of the incubation, the mixture 
was treated w ith DCC and heated at 25°C for 30 min. The heated 
labeled cytosol was cooled to 0°C and then incubated with ON A-
cellu lose prewashed with TEM buffer fo r another 30 mjn at ooc. 
After in cubation , 21% of the radioactivity added was bound to 
DNA-cellulose. When the heating step was om itted o nly 8% of 
the added radioactivity bound to ON A-cellulose. 
Effect of Age and Adrenalectomy on the Capacity ofFHJDex 
Binding T he [3Hl0ex b indin g ca pacities in derma l cytosols 
from neonatal rats (l ess than 5 day s old and between 5-9 da ys 
old), intact adu lt rats (180-230 g bod y weight), and adrenalec-
tomized rats (200-270 g body weight, 10-20 days after adrenal-
ectomy) were exa mined (Table 1). Numbers of maxi mum 131-l]Oex 
bind ing sites decreased with age, and ad rena lecto m y resulted in 
a signifi ca nt elevation (p < 0.025) in binding ca pacity cal culated 
on the basis o f cytosol pro tein. 
Depletion and Replenishment of Glucocorticoid Binding 
Capacity in Rat Skin Cytosol after Administt·ation of Ste-
roids In Vivo To in vestigate the relationship between dyn am-
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Figure 3. DEAE-ccllulose chromatography of i3H IDex bound to cyrosol 
of rat skin. Cytosol (6.3 mg/ ml as protein) from rat skin prepared in 
TEM buffer containing Mo (10 mM) and DTT (10 mM) was incubated 
with I 0 nM of I3 H] Dex at 0°C for 16 h. Following incubation, cytosol 
was treated with DCC, and 1.0 ml of the supernatant (130,680 dpm) was 
app lied to a column ofD EAE-ccl lulose (DE53; 10 x 50 mm) equi librated 
with TEM buffer (pH 8.0) containing Mo (10 mM) and OTT (10 mM) . 
Elution was perfo rm ed stepwise with increasing concentrations of KCI 
in TEM buffer (p H 8.0) containing Mo (10 mM) and DTT (10 mM). 
Fractions of 2 ml each were collected. Absorption at 280 nm (---) and 
radioactivity (e--e) of eKh fra ction were measured. 
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Table I. Effect of Age and Adrenalectomy on [31-l]Oex 
Binding Capacity 
Animals B, .. ,. (fmol!mg protein) 
Neonata l 5 days (2) 497.0 ± 16.0 
5-9 days (2) 372.0 ± 36.0 
Adult Intact (5) 143.4 ± 21.3 
Adrenalectomized (6) 216.8 ± 13.3 
The tissues from 3 neo natal rats were pooled and processed simultaneously. 
Numbers of ma ximum binding sites were determined as described in Mcttnials m1d 
!Vlt'tltotls. Figures in parentheses are the number of experiments pcrfonncd . Values 
:n c expressed as mean ± SEM . 
ics of g lucocorticoid binding ca pacity in rat skin and biopotency 
of steroid administered , changes in the level of cytosol binding 
capa city in skin of adrenalectomized rats (180-210 g body weight) 
were determined after administration of various doses of g luco-
corticoids with different bio potencies. Steroids were adniinistered 
by subcutaneous abdominal injection in 0.2 m l of ei ther 30% 
ethanol-saline (Dex and C lobeta) or saline (Pred and Cort), and 
the skin of the left back was removed for the binding assay : 
Cytosols were treated with l /3 vol of DCC before the incubation 
to remove free steroid. This treatm ent of. cy tosols did not cause 
appreciable reduction in the [31-l]Dex binding ca pacity. 
Thirty minutes after the inj ection of 5 J.L g of Oex/1 00 g body 
weight, approximately 50% of the binding capacity was depleted , 
and after higher doses of this steroid (30 and 500 J.Lg), almost all 
binding ca pacity was eliminated from cytosol (Fig 4a). Replen-
ishment of binding ca paci ty in cytosol was tim e-dependent and 
the duratio n of depletion was dependent on the dose of O ex 
administered. Replenishment sta rted almost immediately after the 
complete depletion was achieved in animals treated with 30 J,L g 
of Dex, and in cy tosol from anim als receiving 500 J.Lg of Dex, 
the cytosol binding capacity remained undetectable for at leas t 15 
h after steroid administration . A similar pattern of dep letion and 
replenishm ent of binding capacity w as observed in animals treated 
with C lobeta, but the period o f the complete depletion appeared 
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Figure 4. Depletion and replenishment of cytosol binding capacity in rat 
skin after administration of various doses of Dex (a), Clobeta (b), Pred 
(c), and Cort (d). After the administration of hormone, animals were 
sacrif1ccd at appropriate time intervals and 131-l !Dcx binding in dermal 
cytosol was measured as described in Materials a11d Methods. Doses of 
administered hormone are indicated as J.Lg/ 100 g body weight , based on 
the weight of steroid moiety, not including the weight of ligated ester 
and salt of side-chains. Each point represents the mean ± SEM in 2-5 
experiments performed independent ly. 
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to b e so me w hat longer than that o bserved in the Dex- trea ted 
animals (co m pare 30 J.L g trea ted an im als) (Fig 4b). Administration 
of Pre d and Cort induced a different pattern in binding ca pacity 
in derm al cytoso ls with hi gher doses requ ired to induce a pro-
found d epl eti on of binding capacity. As mu ch as 2500 J.Lg/ 100 g 
body weig ht of Pred was req uired to induce complete depletion 
(Fi g 4c), and in the case of Cort complete dep let ion was no t 
achieved even w ith 2500 J.Lg (Fig 4d) . In addition to less depletion 
of binding ca pa city, the du ration of depletion was mu ch sho rter 
in a nim als receivin g these nonfluo rinated g lu coco rticoids than 
those receiv in g the flu o rin ated steroids. T estosterone , which has 
no g lucocorti coid act iv ity, was also adm inistered to rats in doses 
as hi g h as 5 m g/1 00 g body weigh t, but it fai led to redu ce the 
binding ca pacity at an y time after administration (data not shown). 
D ISCUSSIO N 
The presen ce of cy toplasmi c recepto rs has b een considered to be 
essen ria l in exp rcssmg m ost glucocort1 c01 d responses 111 target 
tiss u es. G lucoco rti co id receptors in skin cy toso l from the mouse 
[1] a nd the hum an 14,5] have been id en tified and characte ri zed . 
Smith et al [2 ,3] observed high-affini ty bind in g of g lu coco rticoids 
an d exa mined so m e of th e b inding pro perties in rat sk in. 
In th e present study we have exa min ed [31-l] Dex bind in g 111 
cytosols prepared fro m the skin of rats, and have s hown that 
binding sites for [31-l]Dex arc detected o nl y If OTT IS presen t 111 
the incubati o n mixture. Simi la r obse rvat ions have been m ade in 
cy tosols prepared from rat ventral prostate 19 1. seminal vesicle 
[9), a nd uteru s 110], w here it is clear that the presence of DTT 
is essenti al for h1g h-affi n1ty l.l f-l]D ex b111d111 g. Reac tivatiOn by 
DTT of g lu coco rti coid receptors whi ch arc inactivated durin g th e 
period of tiss ue processing o r during an in cubati on period w itho ut 
ligands has been repo rted in th y m ocyte 11_1 ], 1~1 amm a ry gland 
[12] , a nd kidney [1 3] cytoso ls, and the 1nab1hty of derma l cy tosols 
to bind to [31-liDex in the absence of OTT m ay be expla in ed by 
inac ti vat io n o f receptors by oxida ti on during the period of cy toso l 
preparatio n . O nl y trace b inding of [31-l]Dex is detected by ad-
dit io n of M o alone but sy nergistiC enhancement of the b1nd111 g 
is o b se rved in the simultaneous presence of DTT and M o . The 
mechanism of this enhancement is no t clea r, altho ugh sta biliza tion 
of g lucocorticoid receptors by M o alone has been repo rted in 
severa l binding sys tem s that possess h1g h levels o f endogenous 
reducing activity [14-1 6]. 
T h e bi ndi ng parameters (Ka and B,,..") and stero id specifi city 
of binding observed in derma l cy tosol from rats prepared in the 
presence of OTT and Mo arc clearl y those expected for binding 
to g lucocorticoid ho rmone recepto rs. Furthermo re, 131-l JDex-
recepto r complexes from derma l cy tosol bind to D NA-cellul ose 
after brief heatin g, and receptors arc eluted fro m DEAE-cellulose 
wi th 0.2 M KC l in the presence o f M o. Thus, recep to rs for g lu-
cocorticoids in rat skin have the sa me binding characteristics re-
ported for recepto rs in other g lu cocorticoid target tissues. 
Adrenalectomy in cre:~scs the 131-l]Dcx bi ndin g c:~ pacity in the 
rat d e rm al cy tosol. It mig ht be that the binding ca pacity in the 
in tact rat is partly depleted by end ogenous g lu cocorti coid hor-
mone . The differen ce between concen trations of g lu cocorti coid 
rece ptors in ep idermis and dermis was reported in human skin 
[5]. Our hi sto log ic exa minations of rat skin s with differen t ages 
showed that th e thi ckness of dermis in creased with :~ gc (data not 
shown). T herefore , it is suggested th at the changes in binding 
ca p acity with age arc m ainl y at tribu table to the ratio of the ep i-
dermis to the dermis in animals w ith different ages. 
Adm inist ration of g lu cocorticoid s to adren alectomi zed rats has 
been observed to c:~use a rapid fa ll in amo unt of cy to plasmi c 
g lucocorti coid binding ca pacity in various tiss ues 19. 17, 18 1. The 
binding ca p:~city of rat skin cytosol also respo nds to the admin-
istration of exogenous glucocorticoids. Using an exchange method 
for assay ing occupied recepto rs published by Banc1ji and Kalim i 
[19] , we have found that [-'H]Dex bindi ng is not detected in 
signifi cant amo unts in dermal cytoso l from rats injected w ith 
GLUCOCORTICOID IJ INDING C APAC ITY IN HAT SK IN 431 
radioinert Dcx in a dose that ca uses co mplete depletion of binding 
ca pacit y (data no t shown). Th us, the depletion of cytosol binding 
ca pa city o bse rved after ad ministration of stero id hormones docs 
no t seem to be attri butable to an apparen t loss o f binding due to 
ocwpation of the binding sites by administered steroids. Rate of 
dep le tion of binding capacity and the dur:ltio n of depletion Jre 
dependent o n the dose of g lucocorti coid adm inistered . A larger 
am oun t of Cort o r Pn:d is req uired to induce co mplete depletion 
co mpared w ith fluo rin ated g lu coco rri co ids, and the duration o f 
dep letion also discrimin ates between these 2 kind s of g lu cocor-
ti coid s. Fluo rinated stero ids usuall y ex hibit hig her anti- inflam-
mato ry potency than nonfluo rinatcd stL' roids, therefore the pattern 
o f dep let ion and replenishment o f the derm al cytosol binding 
o pa city seems to be co rrelated w ith the bio po tcncy of the stero id 
ho rm one administered. A close relati onship has also been ob-
served between the rate of induction of ty rosine- ami no transferase 
and the duration of depletion of cytosol binding ca pacity in rat 
li ve r II R]. The co rrelati on of bin din g ca pacity dyna mi cs and bio-
po tcn cy of sn:ro id ho rm ones seems to be a co mm on feat ure of 
glucocorti coid target tissues. 
In conclusion, we ha ve identified a g lucoco rticoid receptor in 
rat sk in cy toso l w ith binding charac teristi cs simil ar to receptors 
in o ther g lu cocorti coid target ti ss ues, but binding is o bserved 
only in the presence oflJTT. Exa min ati on of pattern s of recovery 
of binding capa city in cytoso l after adm inistrati on of 4 g luco-
co rti coids w ith differen t bio po tl'll cics revea ls a correlati on be-
tween th e ex tent and duration of depletio n and the anti-inflam-
matory activity of the stero id s ad ministe red. 
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